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Abstract: Ferroptosis, a biologically significant form of regulated cell death, participates in the
pathological processes of various metabolic diseases and toxicoses. The occurrence of ferroptosis
adversely impacts animal production performance and may even lead to mortality, resulting in
substantial economic losses for livestock farmers. Consequently, identifying effective functional
additives to mitigate or block ferroptosis is of paramount importance. Plant extracts, defined as
secondary metabolites isolated from plant tissues through standardized processes, typically contain
bioactive compounds with well-documented pharmacological or regulatory functions, including

alkaloids, flavonoids, polyphenols, and polysaccharides. These natural constituents exhibit

%5 H #3: 2025-03-21

EEWA K A AF =4 (322608403 32460843) 5 2023 4F B2 1 if DX A G 2l B0 51 1 55 2 R A BHBIF S 45 300 5 I 00 AR5 77 B 61 7 451 45k
AATH (2022RC-/=WFBE-4) s N 5T AR K BE T — SRR L 505 B (YLXKZX-NND-007)

Ve A MR AEs, 812, 322 AR P AR A i 5 1 FH A5, E-mail : 18632285183@163. com

*BEMEE:E b, FENERERM S EY R R B TSY , E-mail: wangyuan. 926@163. com



1290 R

SR S 57 %

regulatory effects on iron ion homeostasis,

glutathione metabolism,

and inhibition of lipid

peroxidation, thereby counteracting ferroptosis. This review summarizes the pathogenic mechanisms

of ferroptosis and the modulatory roles of plant extracts in its regulation, aiming to provide novel

insights for the development of functional additives in animal husbandry.
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Wit PR E Bl 1 & S, SR AR X O e A AR
2y Ak A ) 55 BE 33X AR AE R X AT DL 4 R 7 A A
B, BTG A 45 . HAER A EHFRHE AT,
T 9% FH % RE Ok KRR R LR SR gy A i Bk
Z s A AN R IR E YR B R, SR
B A AN, S BUE KRS, R T TR SET
RN, EMEFELT NG . BE LA N
VA4 T 40 i b AR ki Y T 1 4R (reactive oxygen
species, ROS) , Jo ik K il Bk . ROS 7] f i i3t (9 2k
3 3k ZR W R N A AR A I i AR 3 e B EE L
6 O 240 L AR 3 B AR A < — T T e D AL A B H
Jik (glutathione , GSH) Qi M #E 3 , 53 — J7 1HI 8 2o 4
A A i B 2240 1) A e H K 2o 48 Ak ) 1 4 (glutathione
peroxidase 4, GPX4) B i £ 2 e 22 #2 1% M v o0, iF
1151 24 240 ML ROS Y B2 (9 85 B2 T, 4% 10 38 2o 401k
o7 SRR fik e B o ek AR AR BE RN B 2L BK Bl R T
PEARFET Y, PRSI 5E 2 B, 5 UL 1 AR ) 42 B
GEE/ N INEA T 2 SR R =R AR il
YER X 28 fig /B W R BE T4 — 2 i 11 AR
Wt DA R SR PP TR S B ML A
Wy & U X8 Bk B T R A5 AR BRI A4 F 5 B e E
repid , BTEWRA T SRIE T-TE & & P h i 1E
FH , TR B Ay A 9 4 B 7 & & AR 7 oh (0 I e g T 4
I 2%

1 BRIETHIHE IR
1.1 %RTHEE

BRIET: T 2012 4R 4 1 IR 4, 02 — Fh R P M 2
MIFETIE 2, 12 A8 T 8 2 2 20 ) A0 i i o
AALHLEI AT , B8 S F R AR AR bn & W oy F
R 0 28 )2 T ¥ 5 G At Al L A T Oy S Cn g T IR
BE . WE AT AFTEA T M 2 R FERAE T
i bR 2 — RPNV IR s . E
b F B UL TS R B, Ok A4 R BT B 0 e
G, AN G5 by 5 0% R G e, P R0 HE 5
KAZAF BN TCIT | 0 o 2ok AR 2 1 B A JEE 5 Pk

e e S A5 H R Al LA . IX S A R O 5 R AE
Tk R v IR BT o S Ak A5 1 B A AR B DT OC R . Bk
FE T KA B bR & 8RB N TS i ROS i 1 B R
ARG G 2o Ak = 1 2218 2o i R i 25
77 A2 R 1 ROS, Jo vk K B B 58 75 40 i P AR
F 1Y ROS 5 Z A A5 5 12 (polyunsaturated fatty
acid, PUFA) & 4 i S8 A S, 7 A DR i I IR BTk 41
e, S OB 05 A Al e T
1.2 HETHEIHFINE

BRAE T 1 B0 ML B Ay e H R AR L Bk
T A BE BT A A B R YR RRR i AR A

([Z_f] 1)[3,8—14]0
1.2.1 4B H AR gt BRAE TR R K M

ROS TR R 5 & 1Y i B2 i B i 4 Ak 3 20y, 24 i B i
A ALY B R Gz 2 R AR BE T, B DL 4E
ROS FJIig 57 ik 40 Ak W 1 1 5 7K1 2 30 i 6 T2 1Y
Kb, GSHIJE—Fh & sy =ik, 2 & EHLIEN &
i 2 N IR PP AR B, TR AR BT AL R g
RAEHEME Y . GSH #5 9t A Ak I 3 v o X 16
PP —FEEHESROSE G0 —F2IER
GPX4 15 B N 1, 1l i 5 GPX4 i Bk fie i 15 5t i
A KRR RN . GPX4 24 e H Kt 4 1k
Yy g 5 4 i 5, A o e — B T B AR BTk AL )
G L RE W5 R A0 A R P R R B A T A W
(L-OOH) i J5U A 4 75 4 i Big B (L-OH) ™
GPX4 WA N M EHRI T EEZRN T2 —.
i o 24 H 2 BB AR A 7 R GPX4 25 5 300 i ik
A BB IR fl K AR AETS T M GPX4 Y
AR PR, —J& RAS SR AL H F 3(RAS-
selective lethal 3, RSL3) 5 GPX4 iy il £8 2 b 2 iz
WO SN B G S EOL R Y R A
GSH#E)S , S BOH [H 42 K05 . GSH A1 & i
Ty < 2 e 202 A 2R vk 40 3% T 2 e =R /
M ¥ iz B A & 4t (cystine/glutamate antiporter
system Xc-, System Xc-) T A, 754 2 L -1 R R
¥ 4% 8 (glutamate-cysteine ligase, GCL) FI 4 Bt H ik
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A B B R N BT 45 GPXA. 2R e RKG E AL M B 45 SLC3A2. % ik iz # AR K % 3 61 2; PE. BERRBE Z B2k ;s DPP4. ik
LK -45 CoQyo. M QL0;p53. My & 14 53; GSL2. fﬁﬁ@%ﬂﬂﬁZ-Acetyl-cOA Tk 4 1l 22 A s GSH. 48 Bk 1 ik s HMG-
CoA. 3-FHk-3-H B I 0 LA G A s SLCTALL. 3 IR e 328 88U 25 708 5% 11, HMGR. HMG-CoA 3 J A s MV AL B K
B2 5 IPP. S %00 ik R DR IR

TFR. Transferrin receptor; ROS. Reactive oxygen species; PL. Phospholipid; LPCAT3. Yso-phosphatidylcholine
Acyltransferase 3; LOX. Lipoxygenase; ASCL4. Acyl-CoA synthetaselong-chain family member 4; GPX4. Glutathione
peroxidase 4; SLC3A2. Solute carrier family 3 member 2; PE. Phosphatidylethanolamine; DPP4. Dipeptidyl-peptidase-4;
CoQy. Coenzyme Q10; p53. Tumor protein 53; GSL2. Glutaminase 2; Acetyl-CoA. Aacetyl-CoA carboxylase; GSH.
Glutathione; HMG-CoA. 3-hydroxy-3-methylglutary-CoA; SLC7A1l.
hydroxy-3-methyl glutaryl coenzyme A reductase; MVA. Mevalonate; IPP. Isopentenyl diphosphate
El1 AT #EXE K (B R X A Microsoft PowerPoint 2019 #l /£ )

Fig. 1 Regulation of ferroptosis-related pathways ( This figure was created using Microsoft PowerPoint 2019)

Solute carrier family 7 member 11; HMGR. 3-

& W (glutathione synthetase, GSS) 1k T 4 i, 5% F K B % E A 21K E A -1 (translerrin

GSH"™™*, System Xc-H ¥ Jii % iz # AR % 7 1% 5L
11 (solute carrier family 7 member 11, SLC7A11) FI
W G 33 35 R Z% 3 % Bt 2 (solute carrier family 3
member 2, SLC3A2) 4 W . WF5E £ W, RIE T/
3 Erastin FIA0 20 A JH it W m] 38 53 40 ] SLC7A11
(235, JE T BE AR GSH /K P Al GPX4 6 M, 5 304
i R BT T

1.2.2 BkE 1R R — T B E AL R
PERY 4 J8 JC R, & AR B SE T Y A B b R AR K A
Fe’' ,Fe’' 5 H,O, i 75 1 )z B AiE 7 ROS #1942 Ji
FHCE RN L AT Fet ok R AR A W
kIR AN ERR R, 4 M AN Fe' ™ 5 9 B b i) % 2k
# A (transferrin, TF) JE i TF-Fe* -TFR1E &%,

receptor protein 1, TFR1) &5 & ik A4HIE N . £ 4
I R RN T ol LI TR 1D A/ - S o 1
(six-transmembrane epithelial antigen of prostate 3,
STEAP3) i id H Fe* %2 16 Pk R R O L DI fE
I AL Ah Fe' 28 Hy 5 vl 1 5% B8 2o 72 & AR 0B i
RN, B A B AW Al R MR Fe? B Fe
Ui B85 0 40 M 5T v s O R R N AR
FEAE T8t b A B AR 1 W A . Bk AR ok 1l
T oo IV ST 2 2 T B, B 9 B 1 A I JE (ferritin
heavy chain 1, FTH1) fil 5§ H 4 & /) &% &% W &
(ferritin heavy chain 1,FTL) ., %7 ~RIEKE &Y
TEAS ) Az 30 R 490 b Ji 3 2 U S Pk R R AR L B
P T b T Aok B A8 AL AT 3l A R X Fh
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T P I Y A R A0k AR A B i ARk I R
v R A T B PR A A R S T 4 )
&% ho, Koz ik R 3T I 4 (nuclear receptor
coactivator 4, NCOA4) 15 2y ik Bk A Wi 52 K, R
SR O RSN RN 5 = 2 N U B
Ve W UR R R W S AR AR W A
H, dH ZUR F R o R Bk AR R T R R &
Fe’ ™, DT A 5 40 M iy R st 7=

1.2.3  JR Bt Ak = i JIg 5T AE Sk 44t L 235 4 1
FEA B 43 TE A M S50 5 D e 4k RF b, BE B AR B
IKVEAE W) 53 F B9 RO L Gy Ll i H 2 R i AL A 4
T2 5 R Gty i S et A A7 b AR AR AR P
VI 22 5, N8 JoT 22 6 T 40 4 o dife 1 R I R i T 2
(G L & T N =1 e R AN S i )N e o e
(A AE [ P 7 ) L V9 Al S (g B B2 A% 0 S48 ) L
KRR (5 P& Ik e 5545 5 A0 BT ) 45 R R IR 5 i
SRl S 5 40 i TR 2 Y 3h A R S TR,
NG B it A8k S R R AE Ay A0 R i BT 2H A v i 2 N
0 B W5 12 (polyunsaturated fatty acids, PUFAs) 7£
AR IO AS TR Atk B el AR EE R N i A AR
Z W BO AL AR e 7 A A A S R R R A
Wy K g ek A R A e N B RV .
ok T A B R BT AL 53 )2 235 R 1 B DR RO i 4
AL 1Y SR IR 2 — o TEAE PR 4l
i 308 S A ] 4 L A A R N B AR A S Y Bl A
A A AR Sy AR S B 2 5 AR A Y &
Y AR A Gl R ok B o Y A AR N B BO0R T A Ak
YRR B W i 5 I (LN, A0 LA AR AL K R A T g
PR 1, 4 X 45 2 Al i 2 fiok & RE R R R AE T Y R
25 PUFA-# 5 (phospholipid , PL) 75 41 ffd & /
I M AR I E A AR A R B T Y A UL 322
15 3L 1) PUFAs 9% 1k : PUF As 75 S Bt 4 i A
A W 4 R % R Bt 4 (acyl-CoA synthetaselong-
chain family member 4, ACSL4) () fit fb T 4 i
PUFAs-CoA;2)# AR . PUF As-CoA 5 Il
1 JIg Bt £ % ¢ (phosphatidylethanolamines, LPE) &,
%% I B N8 Bt JE 5% (lysophosphatidylcholine, LPC) 42
W Il 5P W B 1% 3 4% #2 i 3 (lyso-phosphatidylcholine
Acyltransferase 3, LPCAT3) il () /E 1 T #% Fig 1k by
PUFA-PE 5, PUFA-PC, Ji- % £ 51| 40 i1 J5 / 40 Jfa 2%
JRE s 3) 3k A ZE A 2R B B, g o At A )
(PUFAs-PLOOH) f A= i 3 22 R T 46 28 DU 1R
Jig % & B (arachidonate lipoxygenases, ALOXs) #Y i

I E A 1V 32 il R 1 3 ik LR S R A A A
A T 2 AN RN R U R & 2B SR A8 i SR, T
K UL A AL 8 R R AE Y 4 2 A R . B R
M4 4% W2 (arachidonic acid, AA) ¥ I JIf B (adrenic
acid, AdA) Fll =+ — & 75 4 BR (docosahexaenoic
acid, DHA) J& i & & HE IR B i /AL i PUF A, B A
BRI T I SR

1.2.4 WERKRERE #2112 (methylviologen,
MVA) & # il it 2 5 g i Ak, 3F 1 o 4% 4 58
T MVA SRR EE SR A S B 1) L Acetyl-
CoA Ky J5URL , 72 Tk 3 %l il A - IR ] 852 B 56 5% %% il 2
(actin alpha 2, ACAT2) ,3-¥2 3 -3- H 3 1% — Wk 4l
A A HUEE 1 (HMGCS) B 7E B R 42 il HMG-CoA
2) HMG-CoA 7 HMGR M /E i T 4 i MVA; 3)
MV A 7E H 58 3R Wi 9 76 JH R 26 i TPP; 4) TPP 7
fifg A2 A/ R 2B B i Qi (coenzyme Qo CoQe) s
IPP AJ i 5 A8 245 11 0 & B, F 178 o GPX4 I8 458 Bk
FET-I R AN . CoQote — Tl ig 73 ML AL &5 ), 47
FE T 40 R 1 B S U2 o R P IR R R B T A o
FNHT L CoQuo VE R JES ¥ vl 41 1 i 5 d Ak, i />
ROS 7 A A7 Bl T 22 fif 40 Jf 1) S0 Ak 452 405, DA T 40 o)
BRAE T & AR S AR BE T & AR i AR AR
U 00 G 0 Qo A W A IR AR
GPX4 %l [ 7 4L 57 o 7 L ROS B2, b i #4106 4%
T

1.2.5 HAh Jibr 98 #1031 Bl F p53 (tumor protein
53,p53) TE W T BRFE T2 F o B WEAEH , Ko7
AN T B T ok B sl ul B R R HEAE L, BRI DL B
3 ok 9 AR R R A A A R
1 2 A HE SRR R I, OF 5 3 ROS A 3 119 48 ffg 3
T2 — T, pb3 i i L R GSL2 FKS K /R Hi
N1-Z Bt Rl 1(SATL) /48 A T o 1% -15- i Jin
U (ALOX15) 15 830 T2 1 & A, p53 38 i 411
il SLCTALL & H £ ik, T BUNE 2R 19 i A s 2>,
GSH 77 A= W b, T A2 3 20 i rf ROS i 5 19 Bk
FET; o5 — I, FEERIE T I 45 I 2% v, p53 3 1 XL
FoFHLE Z AR — N T A
45 & Z Bk K B -4 (dipeptidyl-peptidase-4,
DPP4) J P 5 2l X, 3 2o 2 00 35t 1% 06 4 4 1 e —
JU i UK 6 4 5 H: T, p53 i 4 5 CDKN1A 3 [A
B SR LR p21 (Y 2 Ik AKOF 1T BE T R AT T AR
P RAT
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2 AR I T HIAEER

) B2 B 2 3 A B 43 B T2 DA A ) 4 2
Hh i SR Y 24 B A3, OAS JB Ay B TS [ B R
K FH 22 FE AL W 31/ Ak 25 3R IO V5 X6 A 0 Ok AR AR
PR AT E 10 R R R A 2 A R
WG Y R — e A Y BSOR AW T AR Y
B EER 2 Wy A DR A R RORT B AR I
R BE T2 W 5T IR0 LARE Y A 4 ) AT e
5% A A IO E A Lk B AR R B A
Tl T R R R 4R M p53 Kk &y =X, T 4R gk
BT
2.1 AT E RS

GPX4 TEM I BRI T b BAT EZAE . A2 XT i
B | R #E R G /N BT A2 4l i (HET-OC1) 41 il
AT, Jo Bl T 4 oy F sk Bl FE SLC7ALL
I GPX4 ik, FEATAH ML N ROS KP4k F5 2ok R
FREFEL A, k20 B T S Ak T AR R TR B i GSH
o IR RRBE T, DI KB A 5 ] A i BB
A, 2o KA ] FJE CDST 4HAE Y SLC7TA1L
FIRY 2R E1T . R 2202 DA 24 R AR 4 o 2 BT 2K
Tl B4R, B 9 3% B, 7 s W AL B HK-2 48 i v, 4
EE RO = S A W Sl
ROS . Fe? " fil MDA J& /0> , GSH /K- T+, T8l i 1 3
GPX4 il SLCTALL 8 IR 361Y . 16 8 5 SOl 27
A Ak R BB R A 5 T, Y 5 R B S R B AR U T
fili fili 2 20 GPXA R (IR IR BN, R TR 2l
By AT B A% 42 AL 452 05 HepG2 41 i o B ROS Fl
MDA & & , 8 i GSH & & | #8 & 1k ¥ 5 1k i
(superoxide dismutase, SOD) )i b S B (catalase,
CAT)TEHE
2.2 ATHBEFRES

) B B R Ak S AR B A — s R AR
FH L AT LR Y A N Ak 0 R B R e Ak A 18 B
k% . PSR, 2 n] LLS P T 2 A H
BRES B BUE A, 52w kAR g, X R AT T
TRIT A — S W F11777% M B 3R 2 — ol R AR 88 i 2
&Y, BB B m R G BE ), RE 8 45 5 i 4 L
HR) Ak DT B AR AR AR L S B R A R A — el
1% G5 v B 2t 5 AT R T AR A AR
WEoE W, 35 2 3 £ 88 (DP) 1] F& A% HepG 2 F1 Huh7
200 60 v a0 R A A 0T R R UL e SR A
B, M ERERESRE T MO RE TN

T ROS 7= A, 38 0T LS 2 400 i 426 B 1 o A L 1 2k
B R, IR P R FE TS AE KRR e a9
VERR I P, A 2 = b AR AT LA A i 4
U R B R U/ 0 R Pk ES R, AT A
FET-UN . RN Z B A s AR A SO KR 4R
P B L B 3 B RE
2.3 WHERTEL

0 4 B 5L A 00 o A R e o R A R R
A DL 4 40 S A 7 B IR e 20 g s Ak W A
B S A B EE R MR A A AR
WF 58 R B, 76 A N 05 2 )5, A 1R 42 B0 Ak 3 1Y
20 B R 5 T A A AR L B B et AR AR 7 AR 1 S i A
IR W RRALY . ZE R T A AR G B B, A
FECUn 2L Al 2 B BT B 1 R AR ) S X 4
B (4 PUF A, 51 & g 2t A0 R 0 A3 Bk 5%
KW LR HBERMAGRERLAERA MR
(D RE , I HBE 0% 78 I 3] 38 O A7 8 2 W BR L A
T A i B e SR AR Y A K T TE R SR R
HAHR A b5 R B i VE R, B Ik Bk
AR N i S A R BT AA RS KA i i A Ak
) PUFA, 7E 2R 3E T v e & o 22 /E Y. BF e &
B, 4 5 4% 2 B B 2 R AR T AKT /D BB AR
AA Ak, DT BE BT AR i K RN
PUFA i I§ Jit 1 40k nT LA 7= A 22 F & Ak 7= 0,
L-OOH f1 MDA, i & 5| & A 4e1- . BFsE LB,
BRL 2 2 L W R SR — b TR &S T A B 2 0
HAE Caco-2 4 M 75 5 19 15t 975 M 45 i 58 455 784 o ] 9
B L-OOH 7= 48, I 3 58 SOD 9 1% 4 , M1 41 161
JIg I Ao AR AR I e A0 o T s A e A B G SR/ A
S HOC2 40 i, v] 14 5% HOC2 .0 WL L 1% 1 & SOD
(4 3% PR I B AR MDA 19 & &t , DI 41 46 B Jot 2 45 Ak
(2 A0 A A A D e AR AT AR 4R ECHE R Y
B WE IR W TE B AL B HK2 40 i
ZAE MR AT D ACHL S T R 9 ACSLA R A 2Rk, A
I A i B R e AR Y AR FE KRR K R Bl ik
P S /P 3 AR M R 35/ F AR B L ) PC L2
A AR, R R B > TR,
ROS 7 A=, B3 Gt 14 B5 i A7, 3 3o 9 55 ACSL4/
LPCATS3 3 [ , e 1 i v U i g se =0
2.4 Hfth

AR A 5T 2 B, 2 iR P 4 B ] 5 i A
] MV A 38 4% (4 i s5AG 3 7 90 8 958 R T i k2
MV A & 4% 1 ¢ B PR il oy 3-8 3 -3- Yk 3 — 1k
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IR A B R (HMG-CoA reductase)™ . W98 &
W, 7E e 5 AR B S 0 i AR O /D BB R a8
L i Z2 ] LR 9 3-8 3k 3- H 36 I R A Al e
A(HMG-CoA) B 231k ; L-02 KT 40 i 75 1 # 12 £ 5
f9VE TR AL AT LT 98 HMG-CoA 19 33k , 3k T 42
BRIET- 0 KA R R A R A] 4R e B R 2R R
95 A5 RN BRI ZH 4L CoQuo 7K B, BN T 41 41 4
FET-

WF 98 K B, B 20 R 40 &l o B0E SMMC-7721
4 JfL p53 1 W 2 AL 0 ] System Xc- 16 M | FE AR
GSH K-, T 3 i 023 SR Ak Rk pE T2 223
O 005 45 0 A0 p53 1 L Mk Ak, 1 s LA
SETE R, VR R R SLCTALL Ay 3k, 4 6l e &0 1R 1%
W, S B GSH #E 35 F1 G BTt S8 A AR 2R 5 2 fioh Bk
FET- . 7E AD BRI APP/PST /R, A 25 1 Tl
S Pk M 45 G p53, AR AL N S 45, 3 i SOD &
Ik, T AR FE T & AR

3 hNEERE

HE 4R B B AT 8 kS 1 BRI AR e H K
AR 0 AR BT S A A5 BV T, O BRAE T Y
AR 0 # & B iR T AR AL TR R . AR
By S AR W) b 3R R e E o), B By AR AR A
A AR R A L A, R IR AR BRAE T BAR ) o . AR
T 4R O S Bk A0 T B P A A B S
B AR Ry =7 R L — AR5 1) S 3L
P2 Ry QAN R RN Vi S 7 i
2 5 B () 98 S AL A6 o O W B T P o T A
VE AR AP 5 A A 5 3L =, A 45 R o B kAR L B
Jit i SR A 55 22 2% A 5 10 B B 5 UL A 4% G B 1)
M52 AR M R e e W . A £ R Al B ik T
HE— 25 0 5 A [] 28 531 9 A8 ) i 3B % 8k 9 T B9 3
PEAE B o3 AL, S Bl A 7 A ) R O X
BRICT B AR P AR 2
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